1000)4 and the highest (7 per people (those coming from India, Pakistan, and Bangladesh) SIDS occurred less often among their infants than in those of mothers born in Britain and the Republic of Ireland. Other more recent studies from London and Yorkshire have extended these findings that in Britain SIDS rates are significantly lower in Asian families than in those belonging to the country's ethnic majority white population (L Hilder, C Bacon; personal communications).
A paradox Yet many of these examples provide something of a paradox. Asian mothers in Britain are reported poorer, have more children with shorter intervals between pregnancies, and generally live in less satisfactory housing than ethnic majority mothers,12 all factors that might be expected to increase the risk of SIDS. In the Chicago study Hispanics shared many adverse social and environmental factors of black families yet their incidence of SIDS was four times lower.3 Overcrowding, lack of breast feeding, and a high incidence of respiratory infection in Hong Kong could also have been considered major risk factors.13 Is it therefore possible that protection can be conferred in the midst of potential high risk, just as in other situations there might be increased vulnerability? Ways in which infants are looked after are an obvious consideration. Might care giver, provides cues optimally provided from a sensorily rich environment -an environment of physiological adaptiveness perhaps to help stabilise breathing and diminish the chances of a respiratory crisis. 18 But during deep sleep respiratory drive and rhythm seem to be especially dependent on sensory input and chemical stimuli to override biological deviations in breathing control.'8 If, for whatever reason, such a baby has a lapse in breathing, there may be less opportunity for self correction. As Lipsitt has described SIDS babies: 'it is as though they had simply forgotten to breathe, unable to arouse themselves to take the next breath and so continue the respiratory cycle'.23 Infants at greater risk, for example, through respiratory infection, premature birth, previous nervous system damage, might be expected to be particularly vulnerable to these lapses. Vulnerability might be further conferred by deficient growth before birth that compromises normal regulatory mechanisms. Prolonged periods of separation may also blunt parental awareness of minor illness that, undetected, may contribute to a baby's death. The Leicester studies remind us that in babies sleeping at home the development of mature temperature rhythms are significantly delayed in babies statistically more at risk of SIDS.2425 They have also shown that babies can demonstrate non-specific symptoms several days before fever becomes clinically obvious.
Against this background could it be that publicity advising parents to place babies to sleep on their backs has had another effect; that parents are now checking their babies more often, spending more time with them; leaving them alone much less; responding more promptly to their needs? Even detecting earlier signs of illness and providing a generally richer sensory environment that helps the baby through a difficult transition of changing breathing control? Is this a 'proxy' for back or side sleeping? It is significant that populations where SIDS is uncommon not only have their babies lying on their back, but also provide a very rich and stimulating sensory environment. Any intervention programme that has its aim to reduce the incidence of SIDS has to consider the broad range of care practices and the inter-relationships of such practices which could also reduce risk.
Conclusion
Ethnicity in this paper has perhaps rather simplistically embraced a package of social, cultural, and educational influences modulated by biological differences between populations, and in particular its relationship to different ways of caring for young infants. Applied to SIDS the fact that in so many developing countries of the world and among certain ethnic groups in developed countries SIDS is not recognised, an event so catastrophic as to be impossible to evade description should it be occurring to any significant extent, can surely mean that protection must be being conferred upon the very vulnerable baby. Whether we will ever be able to explain how this protection is provided is another matter. Two of the practices currently regarded as risk factors in Britain, front sleeping and cigarette smoking, are directly associated with practices of western society. In New Zealand, artificial feeding is also seen as a risk factor. The pattern of incidence of SIDS is thus associated both with westem patterns of life, and a medical model of infant care. We know that Bangladeshi infants in Britain have always slept on their backs, and they are less likely to be exposed to cigarette smoke: it will be interesting to track the new epidemiological pattern of SIDS now that the majority of infants sleep on their backs. 28 Being left alone for long periods could lead to a worsening of a minor clinical illness, such as a cold, snuffles or temperature which, if detected early, could be approached and dealt with. An enhanced physical presence may make the mother more sensitive to small changes in behaviour such as might anticipate a febrile illness. Why can we not therefore now positively encourage mothers to have their babies in the same room at night for the first 6-9 months of life, and that the cot where they sleep by dqy should also be close by? There is no proof that this will protect the baby against SIDS. But at the same time there is no evidence that this care giving practice is harmful. Is it even possible that such a change in attitude in caring for young babies might also have some beneficial influence on later behavioural and emotional problems in childhood.
Human herpesvirus-6 and the brain Work continues in Japan on the role of human herpesvirus-6 (HHV-6) in childhood disease (see Archivist 1992: 500). A case report in Archives in 19921 is now followed by a description of 21 children aged between 5 and 15 months who presented with convulsive seizures (Sadao Suga and colleagues, Annals of Neurology 1993; 33: 597-603).
All 21 children had the clinical features of exanthem subitum (roseola infantum) and HHV-6 infection was confirmed by isolating the virus from blood (six patients), by demonstrating a significant increase in antibody titre during the illness (five patients), or both (10 patients). The rash of exanthem subitum appeared two to four days after the start of fever. In two children convulsions occurred on the day before the fever. One of these had a single convulsion lasting for one hour and the other had a series of six convulsions each lasting for less than 15 minutes. Ten children had a single generalised febrile convulsion lasting less than 15 minutes and two had two such episodes during the illness. Two had prolonged left sided convulsions lasting for one and two hours followed by transient left sided hemiparesis. One child had a single generalised febrile convulsion lasting for 45 minutes. Four had focal seizures and prolonged unconsciousness and were diagnosed as having encephalitis/encephalopathy (E/E).
Nine of the 17 children without E/E had cerebrospinal fluid examined with normal findings in all of them. Of the four patients with E/E three had a modest lymphocytic pleocytosis. HHV-6 viral DNA was detected in the cerebrospinal fluid using the polymerase chain reaction in six of 11 patients tested including three of the four with E/E.
The patients with E/E all had abnormal EEGs, two of them showing periodic complexes in the temporal regions as is seen in herpes simplex virus encephalitis. These two patients both made a complete recovery. One child with E/E (the one previously described in Archives') had a flat EEG by day 2 and died after 21 days. Another had 'an occasional epileptic seizure' on follow up. The remaining 19 children made a full recovery without sequelae.
Abnormalities on cerebral computed tomography were found in all four children with EWE. One showed a low density area in the left frontotemporal region on the first day of the illness, one (the one who died) had a normal scan on day 1 but low density lesions in both hemispheres and bleeding into both Sylvian fissures on day 9. The two others also had normal scans initially but later developed low density areas and atrophy.
It has long been held that exanthem subitum is an important cause of febrile convulsions. In most children it is benign but occasionally it turns violent. Why that is so will no doubt be the subject of further research. 
